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lor several weeks, and obstinate vomiting set in. After this 
he was able to walk again for a short time. Eight months 
before he was seen by Prof. Benedikt for the first time and 
presented the following symptoms: 

He stammered like a paralytic, his memory was weak, 
and his head was affected with queer sensations. He suf¬ 
fered with paresis of the lower extremities, accompanied by 
exaggerated knee-jerks and well-marked ataxia. The 
pupils showed normal reaction. Neuroretinitis was present, 
the perception of color being retained. The paresis, anaes¬ 
thesia and ataxia were more strongly marked on the left 
side than on the right. With closed eyes he would fall 
immediately to the left side. There was well-marked 
tremor of the left arm. After several weeks’ treatment in 
the hospital he was so far improved that he was discharged 
and the treatment was continued in the clinic. The paresis 
of the right leg is removed, the ataxia much improved. The 
left hemiplegia, headache, weakness of memory, tremor and 
hemianaesthesia remained, though much improved. 

The professor offers the following theory to explain why 
these cases present such a complete picture of diffuse 
neuritis. He thinks that the effects of a shock are felt prin¬ 
cipally in the fibro-cellular tissue in which localized inflam¬ 
matory processes are set up. Where serious nervous 
symptoms make their appearance late in the history of 
these cases, it is because the process, starting in the fibrous 
tissue has finally involved the nerve elements. 

W. F. R. 

JACKSONIAN EPILEPSY FOLLOWING 
INFLUENZA. 

A. Erlenmeyer reports the following case in the Berliner 
klinischer Wochenschrift, 1890, No. 13. A physician, 25 
years old, of previous good health, was taken ill on Janu¬ 
ary 5, 1890, with the typical symptoms of neuro-gastric 
influenza. Family history negative. The patient com¬ 
plained until the end of January of sleeplessness, headache, 
pains in the legs, anorexia, constant eructations of gas and 
constipation. On the first of February, while eating, he 
noticed a feeling of numbness in the left hand and forearm; 
this was followed by muscular twjj^hings in the same region 
and complete loss of consciousness. After the attack, 
which lasted from two to three minutes, vomiting set in. 
Small hemorrhagic spots were seen on various parts of the 
body, and also minute hemorrhages in both conjunctive. 
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On the 8th of February, a similar attack with strong con¬ 
vulsive movements of the whole left arm, but without loss 
of consciousness. Duration three minutes. Facial muscles 
and speech undisturbed. After the attack, vomiting, 
which was frequently repeated during the next few days. 
Malaise and disturbed sleep until the 18th, then complete 
recovery. 

Erlenmeyer considers the case one of Jacksonian 
epilepsy, and believes that the preceding influenza was the 
chief etiological factor in its causation. He thinks it prob¬ 
able that the convulsions were due to capillary hemorrhages 
in the cortex similar to those observed in other parts of the 
body. 

FIVE CASES OF LEAD ENCEPHALOPATHY. 

These cases were observed by Trimborne in the Kolner 
Biirgerhospital (Sep. Abdruck, Bonn, .1890; Abstract in 
Centralbl. f. klin. Med., Jan. 10, 1891). The literature re¬ 
lating to lead encephalopathy is as yet quite limited. The 
publication of cases well observed, both clinically and 
pathologically, is therefore always of value. The first case 
belongs to the convulsive class of encephalopathy, and was 
complicated by pronounced lead paralysis. It is remark¬ 
able that in this case the saturnine eclampsia manifested 
itself as one isolated but severe attack, after which the 
patient recovered with comparative rapidity, and remained 
entirely free from similar attacks. The second case was a 
patient who worked for two weeks in a white lead factory 
and then became ill with symptoms which bore a strong 
resemblance to those of tubercular meningitis. The third 
case is worthy of note on account of the clearness of the 
cerebral symptoms, which were unobscured by any other 
toxic symptoms. After recovery from the cerebral affec¬ 
tion, slight attacks of colic occurred. The disease began 
with coma of several hours’ duration, without convulsions, 
from which the patient awoke with profound mental de¬ 
pression, which persisted for several days, and gradually 
disappeared with the other cerebral symptoms. The first 
evening it was interrupted by a condition of intense excite¬ 
ment, with hallucinatory delirium. The fourth case pre¬ 
sented a pronounced picture of saturnine eclampsia. It 
proved fatal. The autopsy showed, as in the second case, 
the absence of lead in the brain, and cerebral anaemia as a 
prominent feature. After analyzing the results of the 
autopsies thus far recorded, and the views in regard to the 



